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Résumé en
anglais
A role for the gastro-intestinal tract in controlling bone remodeling is suspected
since serum levels of bone remodeling markers are affected rapidly after a meal.
Glucose-dependent insulinotropic polypeptide (GIP) represents a suitable candidate
in mediating this effect. The aim of the present study was to investigate the effect of
total inhibition of GIP signaling on trabecular bone volume, microarchitecture and
quality. We used GIP receptor (GIPR) knockout mice and investigated trabecular
bone volume and microarchitecture by microCT and histomorphometry. GIPR-
deficient animals at 16 weeks of age presented with a significant (20%) increase in
trabecular bone mass accompanied by an increase (17%) in trabecular number. In
addition, the number of osteoclasts and bone formation rate was significantly
reduced and augmented, respectively in these animals when compared with wild-
type littermates. These modifications of trabecular bone microarchitecture are
linked to a remodeling in the expression pattern of adipokines in the GIPR-deficient
mice. On the other hand, despite significant enhancement in bone volume, intrinsic
mechanical properties of the bone matrix was reduced as well as the distribution of
bone mineral density and the ratio of mature/immature collagen cross-links. Taken
together, these results indicate an increase in trabecular bone volume in GIPR KO
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